The coccidian parasite Sarcocystis has been thought to be an innocuous infection of heart and skeletal muscle of cattle; however, recent experiments have established its pathogenic potential for cattle [3-51. Naturally-occurring deaths caused by sarcocystis infection in cattle recently have been reported [2, 61. Dalmeny Disease [l] probably was caused by this organism.
The liver had extensive centrilobular congestion with degeneration and early necrosis of hepatocytes in these zones. Portal areas were moderately infiltrated with lymphocytes. There were moderate numbers of schizonts, identical to those in the kidney, in Kuppfer cells and hepatocytes and in portal areas ( fig. 3) .
The lungs had diffuse interstitial pneumonia characterized by infusion of proteinaceous fluid and inflammatory cells, primarily mononuclears, into interstitial tissues causing uniform thickening of alveolar septa. Lymphocytic hyperplasia produced prominent peribronchiolar and perivascular cuffs and nodules. There was congestion of alveolar capillaries and much alveolar edema. Interlobular septa were edematous and had diffuse and focal lymphocytic infiltrates. Many immature and a few mature schizonts were dispersed throughout the lung primarily in interstitial tissues ( fig. 4 ). Some schizonts were in vascular endothelial cells and some alveolar epithelial cells that contained large schizonts bulged into alveolar spaces. The pleura was thick, had a moderate lymphocytic infiltrate and contained scattered schizon ts.
Scattered singly through the myocardium were a few schizonts. These organisms were in myocardial cells but elicited no inflammatory reaction in the surrounding tissue.
Electron microscopy showed that schizonts were intracytoplasmic and had a double-membrane outer wall or pellicle. The immature schizonts contained one or many nuclei with nucleoli and chromatin granules ( fig. 5 ). Schizonts contained endoplasmic reticulum and mitochondria and some contained polysaccharide-like granules even though PAS stains were negative by light microscopy. Mature schizonts were filled with ovoid to elongated zoites, about 1.5 by 4.5 micrometers. These zoites had a single large nucleus as well as mitochondria and numerous granules ( fig. 6 ).
The schizonts infecting this calf closely resembled those in tissues of calves experimentally infected with S. fusiforrnis . Likewise, the macroscopic and microscopic lesions were similar to those in calves that died after experimental inoculation of S. fusiforrnis. This indicated that the cause of death in our calf was overwhelming sarcocystis infection. Our calf was only about 2 weeks old and had extensive lesions and numerous schizonts in the lungs, kidney and liver, whereas in two other experiments the calves had only a few scattered perivascular lymphocytic infiltrates and a single detectable schizont at 20 days after inoculation with sarcocystis sporocysts [a, 51. Experiment calves died or became recumbent between 26 and 54 days after inoculation and their tissues contained mature schizonts, whereas, our calf had many immature schizonts. The rapid onset of disease and death in our calf corresponds with the immature schizonts in its tissue. Although we do not know the mode of infection in our calf the most probable would be by ingestion of material contaminated with canine feces containing sarcocystis sporocysts. The severity of the disease in our calf indicates an infective dose greater than the 220 000-1 000 000 sporocysts used in the experimental inoculations [3-51. Typical sarcocysts, present in a high proportion of cattle, develop only in cardiac and skeletal muscle and schizonts in other organs eventually disappear [4] . Thus, cattle having mature sarcocysts in heart or skeletal muscle may have previously undergone transient visceral infection upon initial exposure to the infective sporocysts. It has been shown that this visceral infection causes anorexia, dehydration, weight loss, anemia and weakness [3. 51. It seems reasonable that mild infections could occur, resulting in subclinical or low-grade illnesses that are not diagnosed. The economic significance of this transient systemic infection in terms of reduced performance or enhanced susceptibility to other diseases is unknown. Macroscopically the disease bore a resemblance to sporadic bovine encephalomyelitis (Buss Disease) and without laboratory examination could be diagnosed as such.
